A 17-year-old native Central Indian man was hospitalised with constant abdominal pain accompanied by fever, chill, sweats and vomiting of 4 days duration. He was unemployed, and did not use tobacco, alcohol or illicit drugs. There was no history of biliary tract disease or lipid disorders, malaria or use of steroids or antimalarial drugs. On examination, he was found to be alert, febrile (38°C), jaundiced, and normotensive. Epigastric tenderness and mild generalised abdominal distension with reduced intestinal peristaltic sounds were noted. Laboratory studies showed: haemoglobin 9.8 g/dl, leucocyte count 11.8 x 109/1 (polymorphs 73%), erythrocyte sedimentation rate 28 mm/h, and haematocrit 29%. Blood urea nitrogen was 7.2 mmol/l, creatinine 145 [imol/l, and serum electrolytes, cholesterol, and triglycerides were normal. Liver function tests showed a total bilirubin value of 31 gLmol/l, and minimally raised hepatic enzymes (aspartate aminotransferase 84 U/1, alanine aminotransferase 70 U/1). Hyperamylasaemia (2132 U/1), hypocalcaemia (1.9 mmol/l), and hypoalbuminaemia (32 g/l) were detected. Urinary amylase levels were raised to 4011 U/1. A Leishman-stained peripheral blood smear demonstrated several ring-form trophozoites of Plasmodium falciparum (1.5% of parasitaemia). The Acute pancreatitis as a complication of falciparum malaria has been reported infrequently in the English literature.3 Pancreatitis occurring in P falciparum infection was not mentioned in a recent review of pancreatitis,5 or in an exhaustive list of aetiological agents of pancreatitis.' At least some of the current major medical texts,7'9 do not include Pfalciparum as an aetiological agent of pancreatitis.
The accumulation of parasitized erythrocytes (occasionally causing thrombosis and infarcts) is more common in the small vessels of the spleen, liver, bone marrow, and brain, than in the kidneys, small intestine, pancreas, heart and lungs.'0 However, the erythrocytic part of the life-cycle of P falciparum, known as sporogony, occurs in the deep visceral capillaries throughout the body.8 9 1112
In fatal Pfalciparum infection, autopsy studies demonstrated that the small blood vessels of the pancreas were packed with parasitized red cells and rosettes.'3 The parasitized erythrocytes bind to receptors on the endothelial cells by the formation of knobs (electron-dense structures),7 12 and cause obstruction of capillary blood flow.7 I' Tumour necrosis factor released from macrophages may be directly toxic to endothelial cells, favouring the accretion of thrombin, which may make the endothelial cells more adhesive for the surface of parasitized erythrocytes.'4 These vascular changes lead to anoxic damage to diverse organs, thus accounting for the protean clinical manifestations of falciparum malaria. '12 This case report presents a patient with confirmed pancreatitis in the setting of acute falciparum malaria. While acute pancreatitis might be a rare cause of abdominal pain and vomiting in Pfalciparum infection, its serology is routine. 
